We describe a case of Brugada syndrome, in 
Introduction

There have been numerous reports regarding drug-induced Brugada syndrome. Those drugs have included Na channel blockers, Ca channel blockers, beta blockers, K channel openers, psychotropic drugs, cocaine and alcohol (1). On the other hand, it has been shown that the infusion of dimenhydrinate, a first-generation antihistamine, may cause the Brugada-type ST-segment elevation (2, 3). However, few reports have been published concerning the effects of antihistamines and antiallergenic drugs on the Brugada type electrocardiogram (ECG) changes. We encountered a case of
, and that elevation was enhanced by a 50 mg administration of pilsicainide (Fig. 2) . The echocardiographic study and magnetic nuclear imaging were normal. Late potentials before and after the antihistamines were 
F i g u r e 2 . E CG c h a n g e s i n d u c e d b y a 5 0 mg p i l s i c a i n i d e a d mi n i s t r a t i o n . Al t h o u g h t h e c o v e d t y p e E CG p a t t e r n i n l e a d V1 wa s n o t p r o mi n e n t a t t h a t t i me d u e t o d i s c o n t i n u a t i o n o f t h e a n t i h i s t ami n e s , a r e ma r k a b l e S T -s e g me n t e l e v a t i o n i n l e a d s V1 a n d V2 a s s o c i a t e d wi t h a QRS wi d e n i n g wa s i n d u c e d b y t h e p i l s i c a i n i d e p r o v o c a t i o n .
found to be positive on the signal-averaged ECG. In the coronary angiogram, no stenosis was detected. In the electrophysiologic study, ventricular fibrillation was easily induced by catheter manipulation in the right ventricular outflow tract (Fig. 3) (Fig. 4) . As for the therapy,
F i g u r e 3 . Ve n t r i c u l a r f i b r i l l a t i o n i n d u c e d b y c a t h e t e r ma n i p u l a t i o n i n t h e r i g h t v e n t r i c u l a r o u t f l o w t r a c t .
an 
It has been reported that promethazine, a competitive antagonist of the H1 histamine receptors, blocks the cardiac Na channels in a manner similar to that of the class I antiarrhythmic agents and that drug possesses a characteristic of slow recovery of the Na channels from inactivation in guinea pig ventricular myocytes (4). Other experimental findings have also suggested that promethadine induces electrophysiological alterations and antiarrhythmic properties in the myocardium (5-7). Moreover, a recent study showed that brompheniramine, a first generation histamine H1 antagonist, inhibits the human ether-a-go-go-related gene (hERG) K
+ channels, sodium channels and calcium channels (8) i g u r e 4 . E CG c h a n g e s b e f o r e a n d a f t e r d i s c o n t i n u i n g t h e a n t i h i s t a mi n e s a n d a n t i a l l e r g e n i c d r u g s .
our case was possibly caused by the class I, III, and IV antiarrhythmic actions of the antihistamines based on the report as described above.
It is well known that antiallergenic drugs may cause QT prolongation, which is possibly caused by the cardiac potassium current IKr -blocking action (9, 10) i g u r e 5 . E CG c h a n g e s b e f o r e a n d a f t e r s t a r t i n g t h e a n t i h i s t a mi n e s .
interactions of the antihistamines and Brugada-type ECG changes.
